O ur echocardiography laboratory was consulted to determine whether a patient's echocardiogram would fulfill the criteria of left ventricular noncompaction cardiomyopathy (LVNC). Images of the left ventricle showed a 2-layer structure with a compacted, thin epicardial band and a much thicker noncompacted endocardial layer of trabecular meshwork with deep endomyocardial spaces. In addition, there was color Doppler evidence of deep perfusion of these intertrabecular recesses. The predominant localization of the pathology was lateral and apical, with a ratio of end-systolic noncompacted to compacted layers of 2.4. Thus, from an imaging point of view, everything seemed to fit the diagnosis of LVNC. However, comprehensive workup with medical information from the past revealed a different cause of cardiomyopathy.
In 2010, the patient had already been referred to our hospital because of dyspnea. A transthoracic ECG revealed a markedly reduced ejection fraction of only 7%, with a dilated left ventricle. In addition, it showed prominent apical and anterior trabeculation, but none of the Jenni criteria 1,2 for an LVNC were fulfilled ( Figure 1 and Movie I in the online-only Data Supplement). ECG showed a left ventricular branch block with ST elevations in V1 through V5 ( Figure 2) . A coronary angiogram showed no coronary stenoses, but ascertained the markedly reduced ejection fraction. Cardiac magnetic resonance tomography confirmed the echocardiographic findings ( Figure 3 ) and revealed a late enhancement pattern as usually seen in myocarditis, with late enhancement speckled and distributed over the left ventricle ( Figure 4A and 4B) . Last, left ventricular biopsies proved acute myocarditis (Figures 5 and 6) . A subsequent ECG showed ST elevations only in V3 and V4, and they were not very prominent (Figure 7) .
In the recent (latest) echocardiogram, the ejection fraction had improved up to about 20%, but the echo pattern showed the previously described morphology with increased trabeculation, noncompaction-like layers, and intertrabecular recesses (Figure 8 and Movie II in the online-only Data Supplement).
This case highlights several problems related to the diagnosis of LVNC. First, there is no clear genetic or laboratory test for the diagnosis of LVNC. Second, over time, some well-defined cardiac diseases like myocarditis can remodel toward an echocardiographic pattern compatible with LVNC, as documented in our patient. Last, medical information from the past is of key importance; the documented myocarditis in the history excludes the diagnosis of LVNC, according to Jenni's 1,2 criterion number 1 (ie, absence of other cardiac abnormalities). Thus, the pure documentation of the typical echocardiographic criteria is insufficient to establish the diagnosis of LVNC. In summary, these factors facilitate overdiagnosis of LVNC, which is, in fact, a very rare disease.
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